2017 4£ 12 A o LA R 2 e December, 2017
$276 H12M CHINESE JOURNAL OF COMPARATIVE MEDICINE Vol. 27 No. 12

e

O )

A B2 U 5 2/ B g A 5 R Ay
J5 ik W 5T 2t

R - A i .1 R

(1.5 ZEERFEWME K E R RS TRBN, i 200433 2. 55 22 RFGEPUBA, i 200433,
3. T HEEREW B K ERAMGER, [ 200433 ; 4. heA Y EE TRGL, I 201802)

(WZE] WP E RS IR B AORA 43 W  — S S R S0 38 o mT el Ak 22 5 ik N A R, B TR
B Mg AR A AR VR T 30 B S S B8 PR B PR SE M VR, AR sl I R R B B B R
S RECEE TR, H T E A E BB, OB T B AT XS B SRS RS S B B A PL BT AR R
BAEEEE, HElREAZ AR MEE SN TR R M gy 2 E B A A Z R, ARk
PR =R, i T AR — B TR N BE 5 A A BT BAL B I R R IR S AL, AN e 58 BB BT B A 7Y
S AR A, | PRI b B — by AR R f A AR S L T, A RS R W IR 5 S B B A B R i g e 2 2
R S PRI PN 4300 AR S IR SR I B R D A SRR . ARSI AR L N BB BRI 5 A
JERNR S RAR R R IR,k B H AR il , 2600 52 AR AR A, TR SR AR 0/ BRI B A S R0 A B B B A F
RIMEPEAIEFEEEWE L, AR ES/DRE BB R 7 R T 4504

[8iR] MEBS ;BB /MR A

[FESHES] R-33 [ ERFRIZAB] A [ XEHS)1671-7856(2017) 12-0120-05

doi: 10.3969. j. issn. 1671 —7856. 2017. 12. 021

Current status of research on glucocorticoid-induced
mouse models of osteoporosis

LI Xiao-qun', QIAN Jin®, SU Jia-can®*"

(1. Graduate Management Unit, Changhai Hospital Affiliated to the Second Military Medical University, Shanghai
200433, Chinaj; 2. Second Military Medical University Fourth Battalion of Naval Medicine, Shanghai 200433 ;
3. Department of Orthopedics, Changhai Hospital Affiliated to the Second Military Medical University, Shanghai
200433. China-South Korea Biomedical Engineering Center, Shanghai 201802)

[ Abstract] Glucocorticoid is a kind of steroids hormone secreted by the adrenal cortex zona fasciculate or artificially
synthesized. It can mediate the synthesis and metabolism of carbohydrate, lipid and protein and has the function of
inhibiting immune response and anti-inflammation, anti-toxic and anti-shock effects. However, long-term intake of
corticostereoid hormone will result in bone loss, even severe osteoporosis, and increase the risk of fracture. As a result the
research on the mechanisms of osteoporosis become more and more necessary. Now, according to the differences in

establishment methods, there are three approaches, i. e. pellet implantation, drinking water and injection. As a result of
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the only partial similarity between different osteoporosis models and humans, there is a special application of each type of

animal model of osteoporosis. The osteoporosis in glucocorticoid-induced model is mainly caused by modulating incretion,

promoting bone absorption and inhibiting the osteoblast differentiation. In the meanwhile, compared with the other animal

models, genes in mice are closer to humans, and they have many advantages in cost, gene and cell techniques. Therefore,

glucocorticoid-induced mouse models of osteoporosis has a great significance in osteoporosis research. This article will

review the establishment methods of glucocorticoid-induced mouse models of osteoporosis.
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Tab.1 Different glucocorticoid doses used to induce bone loss in different strains of mice

HED 4531 A%/ Weeks L5 /mg/kg - d 25 25IF 1]/ Weeks

Strains Gender Age Dose Duration
FVB/N Witk Female 24 3.5 4
Intercross black Swiss and 129Sv] T Male 32 5 4

Swiss Webster et Male 24 5 0~8

Swiss Webster itk Male 28 5 8
C57BL/6 T Male 20 7.5 4
FVB/N, 129Sv]) Wi Female 10 15 2
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